Adult vitelliform macular dystrophy was first described by Gass as giving rise to bilateral, round or oval, yellow, symmetrical, subretinal lesions typically one-third to one-half disc diameter in size. Although Gass proposed that this was an autosomal dominant disease, doubt has been expressed as to whether or not it is heritable. We investigated the families of 12 patients who presented to our clinic with foveal lesions typical of adult vitelliform macular dystrophy and found familial involvement com patible with an autosomal dominant inheritance in ten, although it has not been con clusively proven in all families. In the remaining two patients, no familial involvement was detected, but in neither family were both parents available for examination so that autosomal dominant inheritance could not be ruled out. Over half (14/25) the patients with abnormal fundi were asymptomatic, and most had good visual acuity. However, two had visual acuities of less than 6/18 in both eyes. We conclude that adult vitelliform macular dystrophy is an autosomal dominant dis order, and the term would be best reserved for foveal lesions similar to that described by Gass with a dominant patteru of inheritance.
l11 acular dystrophy. It is characterised by a focal, round or oval shaped, subretinal yellowish foveal lesion, often with one or more pigmented spots on the anterior surface at the level of the retinal pigment epithelium. The lesions may vary in size but are typically one-third to one-half a disc diameter, and are usually bilateral and symmetrical. Patients usually present in the fourth or fifth decade of life and tend to have minimal visual symptoms or mild metamorphopsia. The yellow material tends to fade over the years and choroidal neovascularisation has been reported as a rare occurrence in late disease. Fluorescein angiography re " veals a characteristic ring of hyperfiuorescence surrounding an area of hypofiuorescence, corresponding to the yellow subretinal lesion. The light induced rise in the ocular potential is normal or mod erately reduced. The disorder differs from Best's disease in that the foveal lesions are smaller in diameter, it presents at a later age, does not demon strate evolutionary changes of the foveal lesion and the light induced rise in ocular potential is rarely absent.
The initial description stated that the dis order was probably inherited in an autosomal dominant fashion.! Since the original report, there has been conflict as to whether or not this entity exists, and if it is genetically deter .that described by Gass.9 In an attempt to resolve these issues we undertook to examine relatives of patients presenting with typical foveal lesions in order to document whether or not an inheritance pattern exists, to determine the visual prog nosis, and to identify the morphological varia tions of the disease. .
Patients and Methods
Seventeen patients were seen at the Retinal Of the 25 patients examined with abnormal maculae, 18 showed typical foveal lesions, but some variation in the appearance of the lesions was seen. (Figs. 1-4) . Two patients previously known to have typical foveal lesions had secondary changes (one atrophic at 60 years of age and one neovascular at 70 years of age), and the remaining five showed evidence of pigmentary changes in the central macula.
Fourteen of 25 (56%) patients with abnormal fundi were asymptomatic, includ ing six of the 12 probands. Two patients, both over the age of 60 years had a visual acuity of less than 6/12 in both eyes, (see Fig. 3 ) and six patients had a visual acuity of less than 6112 in only one eye. (Table) Electro-oculograms were performed on 21
patients with abnormal fundi. Four patients had a light induced rise in ocular potential of less than 180% in at least one eye.
Discussion
The results are compatible with all the patients presenting with typical lesions of adult vitelliform dystrophy having autosomal dominant disease, although in certain families the inheritance was not proven. In the two families where both parents were available for Fig.3a . Fig.3b . Fig.3c . Fig. 3d . Fig. 3 . The mother of the proband was 68 years of age, and her visual acuity was 6/60 in the right eye and 6/36 in the left. At each fovea there was well defined atrophy of the retinal pigment epithelium and inner choroid. (3a-d).
examination, one parent was found to have the disorder in each family. Of those patients at 50% risk of inheriting the abnormal gene, and who were over the age of 20 years, nearly half showed evidence of the disease. It is justifiable to exclude patients under this age since this disorder has been rarely recognised under the age of 30 years.
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In the two fam ilies that did not show evidence of familial involvement, both parents of the proband were not available for examination, and therefore autosomal dominant inheritance could not be ruled out.
Although over half of the patients identi fied with adult vitelliform macular dystrophy were asymptomatic, the visual prognosis is not totally benign. The vision in nearly 10% of eyes was less than 6/12, and a 31 year old female had a visual acuity of 6/60 in one eye .
One patient had loss of reading vision in both eyes at the age of 60 years, the result of bilat eral atrophic lesions, an occurrence that Gass states he has not seen.
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We found considerable variation in the size and shape of foveal lesions in this entity between families, and within a given family.
Additionally we noted perifoveal pigmentary changes seen mostly in the third decade of life which may represent early lesions, or lesion in development.
The debate in the literature questioning the heredity of adult vitelliform macular dys- Fig.4a . Fig.4b . Fig.4c . Fig.4d . If adult vitelliform dystrophy proves to be a single nosological entity which is autosomal dominant it would avoid confusion if the term adult vitelliform macular dystrophy were re tricted to lesions similar to those described by Gass with autosomal dominant inheritance, and phenocopies be given a different name.
